Initially the patient was oliguric, with a urinary output of less than 10 nil. per hour, and urinalysis revealed a specific gravity of 1.020, 2 plus albumin, a trace of acetone, and many red blood cells. The heniatocrit level was 27 per ceiit. The plasma electrolyte values were sodium 137 mEq./L., potassium 8.3 inEq./L., chloride 112 iiiEq./L., and carbon dioxide combining power 6.3 mMi/L. The blood urea nitrogen was 164 iug. per cent.
Because of the dehydration and oliguria she was given 3,000 itil. of 5 per cent dextrose in water in the first 12 hours, during which time she reniaiiied oliguric. Her neck veins became distended and a venous pressure was 180 lini. of saline, at which time she was seen by a medical consultant. Plasma volume was expanded by approximately one liter over the mean predicted value. The red cell mass was decreased, and the hematocrit level was 18 per cent. Electrocardiogram showed peaking of the T waves, prolongation of the QRS complex, and atrial arrest ( fig. 3, 4 :00 p.m.). The plasma electrolyte values were sodium 132 miEq./L., potassium 7.9 mEq./L., and carbon dioxide combining power 4.9 mnM L. At this time the blood pressure became unobtainable.
In view of the abnormal electrocardiogram, the appearance of shock, and the persistent, severe, symptomatic acidosis, an intravenous infusion of 5 per cent sodiumn bicarbonate was begun. After admiministration of 180 miM (15 In the treatment of severe acidosis, reversal of electrocardiographic signs of hyperpotassernia parallels more closely the correct ion of blood pH than it does alteration in plasma carbon dioxide combining power. The results suggest that the infusion of hypertonic sodium bicarbonate in patients with hyperpotassemia, acidosis, and electrocardiographic signs of cardiac toxicity has proved a safe and practical measure in the emergency management of this common problem in the uremie syndrome. ACKNOWLEDGMENT 
